Seventy-four erythromycin-resistant group B Streptococcus isolates were analyzed regarding their phenotypegenotype and phenotype-serotype correlation. Four different phenotypes were assessed, one of them for the first time. ermB and ermTR were the most frequent genotypes (80%). The most prevalent serotype III showed great phenotypic variability while serotype V was strongly associated only with two different phenotypes.
types are shown in Fig. 1 . Thirty-nine isolates (52%) showed the cMLS phenotype (P1) mostly correlated with the ermB resistance gene. Twenty isolates (27%) showed an inducible resistance phenotype (iMLS) with 13 strains exhibiting inducible resistance to clindamycin and josamycin associated with the ermTR gene (P3) and another 7 strains displaying constitutive resistance to clindamycin as well as inducible resistance to josamycin based on either the ermB or the ermTR gene (P2). The M phenotype (P4) could be detected in 15 isolates (20%) strongly associated with the mefA gene (Table 1 ). All three phenotypes (P1, P3, and P4) correspond well to the ones previously described by different authors (10, 19) while P2, in contrast, has not been described so far. The most prevalent serotypes (ST) among all erythromycin-resistant GBS isolates were ST V (37%) and III (27%) ( Table 2) . While ST III showed a great variety of different phenotypes, including P2 and P4 (M phenotype), ST V revealed only two different MLS phenotypes (P1 and P3) strongly associated with the ermB or ermTR gene, respectively. Since different studies described the clonal spread of ST V isolates within the GBS population in recent years (8, 20) , this might be an explanation for the observed homogeneity of this respective ST V population compared to the ST III isolates in this study. Regarding the newly described P2 phenotype, serotypes Ib and II as well as the predominant serotype III (four of seven isolates) were detected. PCR analysis of these seven isolates revealed either the ermB or the ermTR gene while PCR on linB, a clindamycin resistance gene previously described in GBS by de Azavedo et al. (7) as its genetic determinant. It is likely to presume that other to date unknown resistance factors or a certain combination of those with known resistance genes is responsible for the heterogeneity of phenotype-genotype correlation among GBS isolates. Such a variety of resistance factors possibly acquired through horizontal gene transfer might as well be responsible for the reported rapid increase of macrolide resistance among GBS isolates. 
